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Syndrome: Is it a Myth or Fact?
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ABSTRACT

Metabolic syndrome is one of the most prevalent global health problems that predisposes to Type 2 diabetes. 
It is strongly linked to insulin resistance, which results in hyperglycemia. Over the past few years, lot of 
studies have been carried out on Helicobacter pylori infection and found a possible causal relationship through 
releasing some of the interleukins factors, which result in endothelial dysfunction. However, some studies 
attributed that due to coincidence were not able to establish any causal relationship. In this review, the 
literature has been reviewed to check this possible association.
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The metabolic syndrome (MS) is also known as syndrome 
X,[1] the insulin resistance syndrome,[2] and the deadly 
quartet.[3,4] Throughout the years several classifications for 
the MS have been proposed, emphasizing insulin resistance 
or visceral obesity. The adult treatment panel III (ATPIII) 
report three or more of the following diagnostic criteria for 
MS: (1) Waist circumference >102 cm (male), >88 cm 
(female). (2) Triglycerides >1.7 mmol/L or drug treatment 
for high triglycerides. (3) Low HDL: <1.0 mmol/L (male) 
<1.3 mmol/L (female). (4) Blood pressure >135/85 or on 
treatment. (5) Fasting blood sugar >5.6 mmol/L or drug 
treatment for diabetes.[5]

In Saudi Arabia, a study of the prevalence of MS was done 
in 2005, using the adult treatment panel (ATP) III. It 
concluded that prevalence of MS is high in Saudi Arabia. 
The overall age-adjusted prevalence was found to be 39.3%. 
Age-adjusted prevalence in males is 37.2% while females 
have a higher prevalence of 42%.[6] This reflects that MS is 
very prevalent in Saudi community and probably one of the 
highest worldwide.

Helicobacter pylori (HP) is a gram-negative, spiral-shaped 
pathogenic bacterium that specifically colonizes in the 
gastric epithelium and causes chronic gastritis, peptic 
ulcer disease, and/or gastric malignancies.[7,8] The infection 
induces an acute polymorph nuclear infiltration in the gastric 
mucosa. If the infection is not effectively cleared, this acute 
cellular infiltrate is gradually replaced by an immunologically 
mediated, chronic, predominantly mononuclear cellular 
infiltrate.[9] The latter is characterized by the local production 
and systemic diffusion of proinflammatory cytokines,[10] 
which may exert their effects in remote tissues and organic 
systems and result in extragastric manifestations.[11]

The prevalence of HP infection varies between countries; 
generally, the prevalence is about 30% in developed and 
up to 80% in developing countries.[12] In Saudi Arabia, the 
prevalence of HP infection markedly increased with age. The 
prevalence of HP infection rose from 32.4% in those aged 
5–10 years to more than 66.4% in those aged 20–30 years 
and 75% in those over 50 years.[13]

HP infection has been reported to be hyperendemic in Saudi 
Arabia.[14,15] Reports in the 1990s have shown a prevalence 
of 68–82.2%[14,15] in various age groups of patients including 
those with nonulcer dyspepsia.

Diagnosis of HP can be achieved by taking biopsies by 
endoscopy. However, this procedure is invasive and might not 
give accurate results if colonization is patchy.[14] For population 
screening, serodiagnosis remains one of the methods 
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of choice for detecting the prevalence of infection.[15-17]  
The technique of choice is currently enzyme-linked 
immunosorbent assay because it is a simple, quick, and low-
cost technique that permits immunoglobulin class-specific 
determinations.[18-25]

Since the discovery of HP, a variety of studies, essentially 
epidemiological or therapeutic trials, case reports, and others 
have evaluated the potential direct or indirect involvement 
of this bacterium in the pathogenesis of various extragastric 
disorders. Although currently available data do not provide 
proof of its role in most of them, a potential relationship 
cannot be ruled out.

Several studies have evaluated the relation of HP infection 
with coronary artery disease (CAD), a study done by 
Kowalski concluded that there is a significant link between 
CAD and infection with HP. Patients infected with CagA-
positive HP show significantly greater coronary artery lumen 
loss and arterial re-stenosis after cardiac catheterization 
with stent implantation. It showed that HP eradication 
significantly attenuates the reduction in coronary artery 
lumen in CAD patients after PTCA, possibly due to the 
elimination of chronic inflammation and the decline in 
proinflammatory cytokine release. They also identified 
the HP deoxyribonucleic acid (DNA) in atherosclerotic 
plaques of patients with severe CAD and that supported the 
hypothesis that infection with HP, especially (CagA) positive, 
may influence the development of atherosclerosis.[26]

The results of another study performed in Korea to evaluate 
the relationship between HP infection and CAD showed that 
HP infection has a modest influence on CAD and progressive 
athermoa. However, further studies are suggested to evaluate 
this association.[27,28] In June 2010, a study carried out in 
Italy to evaluate coronary atherosclerotic burden in patients 
with infection by CagA-positive strains of HP support the 
association and suggest further studies to better elucidate 
the mechanism by which CagA-positive strains may promote 
atherosclerosis.[29] Although these studies showed a positive 
association, many studies over the last decades have showed no 
relationship between the two. A study done in Croatia in 2007 
showed a higher seroprevalence of HP infection in patients 
with CAD compared to controls. However, HP seropositivity 
was not associated with coronary artery risk factors (smoking, 
high body mass index (BMI), diabetes mellitus (DM), 
hypertension, total cholesterol, and socioeconomic status) 
either in the whole study population or in the patients and 
control subjects analyzed separately.[30] In 2003, a study done 
in Czech Republic resulted a similar conclusion, and no 
relationship was found between unstable angina and infection 
with HP.[31] In 2006, Sotirupoulos and colleagues showed 
no association of seropositivity to HP with angiographically 
documented CAD.[32] In Turkey, the relationship between 

Helicobacter IgG titers and coronary atherosclerosis was 
evaluated and the researchers concluded that HP IgG titers 
do not play an important role in the presentation of CAD and 
do not increase systemic inflammatory response. However, HP 
IgG antibody titers may correlate with the extent of CAD.[33] 
In 2004, a study done in Korea revealed that HP infection is 
not an independent risk factor for coronary heart disease, and 
it does not alter the coagulation system or evoke the system 
inflammatory response.[28] Another study done in Poland to 
detect HP in atherosclerotic plaques did not trace DNA of 
bacteria in any of the patients that underwent coronary artery 
bypass graft (CABG).[34]

HP infection may cause dyslipidemia, as it leads to elevated 
levels of total cholesterol, low-density lipoprotein cholesterol 
(LDL-c), lipoprotein Lp(a), apolopoprotein  apo-B, 
triglyceride concentrations and decreased levels of high-
density lipoprotein cholesterol (HDL-C) and apolipoprotein 
apoA-1 concentration in the blood.[35,36] In addition, plasma 
levels of cholesterol and LDL-c were significantly higher in 
HP positive patients with ischemic stroke compared to HP 
positive patients.[35,36] It was postulated that chronic HP 
infection may shift the lipid profile toward an atherogenic 
direction via the action proinflammatory cytokines, such as 
interleukins 1 and 6 (IL-1 and IL-6), interferon-alpha (INF-α),  
and tumor necrosis factor-alpha (TNF-α). These cytokines 
are capable of affecting lipid metabolism in different ways, 
including activation of adipose tissue lipoprotein lipase, 
stimulation of hepatic fatty acid synthesis, and influencing 
lipolysis.[35,36] The relationship between dyslipidemia and HP 
eradication is also controversial. After 1 year of eradication of 
HP in patients with duodenal ulcers, a significant increase of 
HDL-c, apo-A1, and apo AII levels was observed by Scharnagl 
and colleagues.[35] Moreover, eradication of HP in healthy 
subjects seems to increase HDL-c and decrease LDL-c level.[35]  
Also, 6 months following successful eradication of HP 
infection, the plasma levels of total cholesterol and LDL-c 
were found to be significantly lower than those in H. pylori 
positive controls and HP positive patients with stroke.[35]

The circulating levels of the two hormones involved in body 
weight and food intake, ghrelin, and leptin, in relation to HP 
status in adult males have been investigated. In particular, 
based on several studies, Roper et al.[36] hypothesized that 
gastric HP colonization reduced circulating levels of leptin 
and ghrelinand he examined the gastric juice levels of 
leptin and ghrelin in well-defined fasting HP-positive and 
HP-negative adult male subjects. The results showed that 
HP colonization was associated with reduced circulating 
leptin levels, independent of BMI, and fundic ghrelin and 
leptin levels were directly related. Levels of ghrelin in HP-
positive and -negative patients were similar. Ghrelin was 
present in gastric juice over a large range of concentration, 
and was strongly correlated with gastric pH. A similar 
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The relationship between DM and HP infection is 
controversial. According to some studies, there is a high 
prevalence of HP infection in patients with either Type 1 or 
Type 2 DM which is correlated with the duration of DM, the 
presence of dyspeptic symptoms, cardiovascular autonomic 
neuropathy, age, gender, BMI, blood pressure, fasting glucose, 
and the glycated hemoglobin levels

(HbA1c).[40-49] In particular, the prevalence of HP infection 
was found to be high in obese middle-aged female 
patients with a long-standing DM, dyspeptic symptoms, 
cardiovascular autonomic neuropathy, and increased blood 
pressure, fasting glucose levels, and HbA1c values.[40-49] This 
could be related to a reduced gastric motility and peristaltic 
activity, various chemical changes in gastric mucosa following 
nonenzymatic glycosylation processes and an impaired 
nonspecific immunity observed in diabetic patients.[40-49] 
In contrast, other studies showed that HP infection is not 
associated with DM, as the absence of microangiopathy in 
patients with DM may be a negative factor for colonization 
by HP. Because microvascular changes in the gastric 
mucosa may create an unfavourable environment for the 
establishment or survival of HP.[40-49]

HP infection is another issue which is contentious and 
deserves further investigation, as only few data are available. 
According to some data, there is no relationship between HP 
infection and diabetic complications, such as nephropathy, 
retinopathy, and/or microangiopathy while other data showed 
that virulent strains of HP, such as cytotoxin-associated gene 
CagA+, are associated with macroangiopathy, neuropathy, 
and microalbuminuria in Type 2 diabetic patients. This may 
be due to an immune-mediated injury at the level of the 
endothelium caused by a systemic immune response to the 
infection, leading to albumin leakage.[41,50]

A Japanese study in 2009 included a large population of 
1598 asymptomatic subjects who had been evaluated, and 
the results came out to be supportive of the significant 
and independent contribution of HP promoting insulin 
resistance in a large asymptomatic population.[51] Another 
study from China in 2009 have shown that HP infection 
has a significant effect on the daily blood glucose level 
and blood glucose fluctuation in the patients with Type 2 
diabetes.[52] The effect of HP has been studied in relation 
to the lipid profile, but there has been a controversy. 
In a study from Congo, certain components of the MS/
insulin resistance, gender, cardiovascular diseases, and HP 
seropositivity infection were analyzed and the response 
of these cardiovascular risk factors to HP titers after 
an antibiotic course was evaluated. The results showed 
evidence supporting the association of seropositivity to 
HP with cardiovascular disease and elevated number of 
components of MS. Helicobacter pylori infection might 

study has been conducted by Pacifico et al. on prepubertal 
children population.[37] They evaluated the relation between 
circulating ghrelin and leptin concentrations and HP infection 
with the levels of these hormones after eradication treatment 
and body composition in prepubertal children. Interestingly, 
the results showed that serum ghrelin concentration is 
inversely related to the severity of HP-associated gastritis. In 
these youngsters, long-term eradication of HP infection was 
associated with a significant increase of BMI, lean, and fat 
mass along with a significant decrease in circulating ghrelin 
levels and an increase in leptin levels.

Many authors reported high prevalence of HP infection 
among patients with DM Type 2, suggesting that delayed 
gastric clearance could be attributed to bacterial colonization 
or overgrowth in the gastrointestinal tract as a result of 
autonomic neuropathy. In contrast, some studies reported 
a lower prevalence of HP in diabetic patients compared 
to healthy population. This issue has been investigated 
by Hamed and colleagues.[38] They evaluated in a very 
interesting study, the prevalence of HP infection in patients 
with DM, as well as the association between diabetic 
vascular complications and HP infection. They found 
that the influence of HP was higher in patients with DM 
compared to healthy controls. Carotid artery intima-media 
thickness was significantly higher in HP-infected patients. 
Inflammatory biomarkers, as interleukin (IL)-6, and tumor 
necrosis factor-alpha (TNF-α), were significantly associated 
with HP infection.

HP infection and its contribution to atherosclerosis and 
cardiovascular diseases are still controversial. Hence, insulin 
resistance is the pathophysiologic background of the clinical 
features of atherosclerosis and cardiovascular diseases. Some 
studies performed to examine the association between HP 
infection and insulin resistance. Yoshikawa et al.[39] evaluated 
the involvement of either HP infection or impaired glucose 
(IG) metabolism in increasing of “brachial-ankle pulse 
wave velocity” (baPWV), a well known indicator of arterial 
stiffness and severity of vascular damage. In particular, HP 
seropositivity has been demonstrated to be a potential risk 
factor for increased baPWV levels, and to accelerate the effect 
of IG on increasing of baPWV, especially in younger subjects.

There are contradictory reports on HP prevalence and its 
relationship to late complications of DM. A study by Bener 
et al.[40] suggested that there is a significant association 
between HP infection and Type 2 DM and, interestingly, this 
infection is significantly higher in diabetic obese patients. 
On the contrary, Demir et al.[41] showed that the prevalence 
of HP infection did not differ significantly between diabetic 
patients and nondiabetic controls. However, HP-infected 
diabetic patients had a significantly higher incidence of 
neuropathy.
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generate atherosclerosis or MS; particularly in men with 
seropositive HP. Helicobacter pylori infection might be one 
of the risk factors of atherosclerosis thorough inflammation 
(fibrinogen) and modulation of glucose and lipid profiles.[53]  
The results of another Japanese cross-sectional study 
comprising of 5488 men and 1906 women showed that 
HP seropositivity increased significantly with age, both 
in men and women. Helicobacter pylori seropositivity was 
significantly higher in cases with MS compared with those 
without MS.[54] Similar results were reported from Iran in 
which MS was found to occur very frequently in the general 
population, and had a significant association with prior 
infection with Chlamydia pneumonia, HP, cytomegalovirus, 
and herpes simplex virus Type 1.[55] 

The recent study from Turkey evaluated the association 
between HP and MS analyzing the effect of HP eradication on 
insulin resistance, serum lipids, and low-grade inflammation.[56]  
His study showed beneficial effects of HP eradication on 
insulin resistance, atherogenic lipid abnormalities, and 
low-grade inflammation. The results suggested that HP 
eradication may prevent CAD and MS.[56]

CONCLUSION

The association of MS and H. pylori is still controversial with 
emphasis on the possible linkage between them. However, 
the high prevalence of both MS and HP infection might 
explain the coincidence.

REFERENCES

1. Defronzo RA, Ferrannini E. Insulin resistance. Multifaceted syndrome 
responsible for NIDDM, obesity, hypertension, dyslipidemia, and 
atherosclerotic cardiovascular disease. Diabetes Care 1991;14:173-94.

2. Kaplan NM. The deadly quarted. Upper-body obesity, glucose 
intolerance, hypertriglyceridemia and hypertension. Arch Intern Med 
1989;149:1515-20.

3. Isomaa B, Almgren P, Tuomi T, Forsén B, Lahti K, Nissén M, et al. 
Cardiovascular morbidity and mortality associated with the metabolic 
syndrome. Diabetes Care 2001;24:683-9.

4. Alberti KF, Zimmet PZ. Definition, diagnosis and classification 
of diabetes mellitus and its complications. Part 1 diagnosis and 
classification of diabetes mellitus provisional report of a WHO 
consultation. Diabet Med 1998;15:539-53.

5. Executive summary of the third report of the national cholesterol 
in adults. Executive Summary of The Third Report of The National 
Cholesterol Education Program (NCEP) Expert Panel on Detection, 
Evaluation, And Treatment of High Blood Cholesterol In Adults (Adult 
Treatment panel III). JAMA 2001;285:2486-97.

6. Al-Nozha MM, Al-Khadra AH, Arafah MR, Al-Maatouq MA, Khalil MZ, 
Khan NB, et al. Metabolic syndrome in Saudi Arabia. Saudi Med J 
2005;26:1918-25.

7. Wotherspoon AC, Ortiz-Hidalgo C, Falzon MR, Isaacson PG. Helicobacter 
pylori-associated gastritis and primary B-cell gastric lymphoma. Lancet 
1991;338:1175-6.

8. Parsonnet J. Helicobacter pylori and gastric cancer. Gastroenterol Clin 

North Am 1993;22:89-104.
9. Graham DY, Osato MS, Olson CA, Zhang J, Figura N. Effect of H. pylori 

infection and CagAstatus on leukocyte counts and liver function 
tests: Extra-gastric manifestations of H. pylori infection. Helicobacter 
1998;3:174-8.

10. Perri F, Clemente R, Festa V, De Ambropsio CC, Quitadama M, Fusillo M, 
et al. Serum tumour necrosis factor-alpha is increased in patients with 
Helicobacter pylori infection and CagA antibodies. Ital J Gastroenterol 
Hepatol 1993;31:290-4.

11. Patel P, Mendall MA, Khulusi S, Norhtfield TC, Strachan DP. Helicobacter 
pylori infection in childhood: Risk factors and effect on growth. BMJ 
1994;309:1119-23.

12. Atherton JC. The pathogenesis of Helicobacter pylori-induced gastro-
duodenal diseases. Annu Rev Pathol 2006;1:63-96.

13. Marie MA. Seroprevalence of Helicobacter pylori infection in large series 
of patients in an urban area of Saudi Arabia. Korean J Gastroenterol 
2008;52:226-9.

14. Rashed RS, Ayoola EA, Mofleh IA, Chowdary MN, Mahmood K, Faleh 
FZ. Helicobacter pylori and dyspepsia in an Arab population. Trop Geogr 
Med 1992;44:304-7.

15. Al-Moagel MA, Evans DG, Abdulghani ME, Adams E, Evans DJ Jr, Malaty 
HM, et al. Prevalence of Helicobacter (formerly Campylobacter) pylori 
infection in Saudi Arabia and comparison of those with and without 
upper gastrointestinal symptoms. Am J Gastroenterol 1990;85:944-8.

16. Morad NA, Ahmed ME, Al-Wabel A, Foli AK. Helicobacter pylori associated 
dyspepsia in 208 patients from Southern Saudi Arabia. Ann Saudi Med 
1993;13:340-3.

17. Mohamed AE, Al-Karawi MA, Al-Jumah AA, Ahmed AM, Sharig S, Yasawy 
MI, et al. Helicobacter pylori: Prevalence in 352 consecutive patients with 
dyspepsia. Ann Saudi Med 1998;18:6-8.

18. Khan AR. An age- and gender-specific analysis of H. pylori infection. 
Ann Saudi Med 1998;18:6-8.

19. Almadi MA, Aljebreen AM, Tounesi FA, Abdo AA. Helicobacter pylori 
prevalence among medical students in a high endemic area. Saudi 
Med J 2007;28:896-8.

20. Khan MA Ghazi HQ. Helicobacter pylori infection in asymptomatic 
subjects in Makkah, Saudi Arabia. J Pak Med Assoc 2007;57:114-7.

21. Ayoola AE, Ageely HM, Gadour MO, Pathak VP. Prevalence of Helicobacter 
pylori infection among patients with dyspepsia in South-Western, Saudi 
Arabia. Saudi Med J 2004;25:1433-8.

22. Al-Quorain A, Satti MB, Hamdan A, Al-Ghassab G, Al-Freihi H, Al-Gindan 
Y. Pattern of upper gastrointestinal disease in the Eastern Province of 
Saudi Arabia. Endoscopic evaluation of 2,982 patients. Trop Geogr 
Med 1991;43:203-8.

23. Satti MB, Twum-Danso K, Al-Freihi HM, Ibrahim EM, Al-Gindan Y, Al-
Quorain A, et al. Helicobacter pylori-associated upper gastrointestinal 
disease in Saudi Arabia: A pathologic evaluation of 298 endoscopic 
biopsies from 201 consecutive patients. Am J Gastroenterol 
1990;85:527-34.

24. Akbar DH, Eltahawy AT. Helicobacter pylori infection at a university 
hospital in Saudi Arabia: Prevalence, comparison of diagnostic 
modalities and endoscopic findings. Indian J Pathol Microbiol 
2005;48:181-5.

25. Khan MA, Ghazi HO. Helicobacter pylori infection in asymptomatic 
subjects in Makkah, Saudi Arabia. J Pak Med Assoc 2007;57:114-7.

26. Kowalski M. Helicobacter pylori (H. pylori) infection in coronary artery 
disease: Influence of H. pylori eradication on coronary artery lumen 
after percutaneous transluminal coronary angioplasty. The detection 
H. pylori specific DNA in human coronary atero9sclerotic plaque. J 
Physiol Pharmacol 2001;521:3-31.

27. Jin SW, Her SH, Lee JM, Yoon JH, Moon SJ, Kim PJ, et al. The association 



H. pylori infection and relationship to MS

169
Volume 17, Number 3
Jumada Al Awwal 1423 

May 2011

The Saudi Journal of
Gastroenterology

Source of Support: Nil, Conflict of Interest: None declared.

between current Helicobacter pylori infection and coronary artery 
disease. Korean J Intern Med 2007;22:152-6.

28. Lee SY, Kim DK, Son HJ, Lee JH, Kim YH, Kim JJ, et al. The impact of 
Helicobacter pylori infection on coronary heart disease in a Korean 
population. Korean J Gastroenterol 2004;44:193-8.

29. Niccoli G, Franceschi F, Cosentino N, Giupponi B, De Marco G, Merra 
G, et al. Coronary atherosclerotic burden in patients with infection 
by CagA-positive strains of Helicobacter pylori. Coron Arter Dis 
2010;21:217-21.

30. Vcev A, Nakie D, Mrden A, Mirat J, Balen S, Ruzic Am, et al. 
Helicobacter pylori infection and coronary artery disease. Coll Antropol 
2007;31:757-60.

31. Altannavch TS, Roubalova K, Broz J, Hruba D, Andel M. Serological 
markers of Chlamydia pneumonia, cytomegalovirus and Helicobacter 
pylori infection in diabetic and non-diabetic patients with unstable 
angina pectoris. Cent Eur J Public Health 2003;11:102-6.

32. Sotirupoulos A, Gikas A, Skourtis S, Merkouris P, Pentzeridis P, Polydorou 
A, et al. Seropositivity to Chlamydia penumoniae or Helicobacter pylori 
and coronary artery disease. Int J Cardiol 2006;109:420-1. 

33. Ozdogru I, Kalay N, Dogan A, Inanc MT, Kaya MG, Topsakal R, et al. 
The relationship between Helicobacter pylori IgG titre and coronary 
atherosclerosis. Acta Cardiol 2007;62:501-5.

34. Sulewska A, Modrzejewski W, Kovalchuk O, Kasacka I, Jackowski R, 
Hirnie T, et al. Attempts to detect Helicobacter pylori in atherosclerotic 
plaques. Rocz Akad Med Bialymst 2004;49:239-41.

35. Scharnagl H, Kist M, Grawitz AB, Koenig W, Wieland H, Marz W. Effect 
of Helicobacter pylori eradication high-density lipoprotein cholesterol. 
Am J Cardiol 2004;93:219-20.

36. Kamada T, Hata J, Kusonoki H, Ito M, Tanaka S, Kawamura Y, et al.  
Eradication of Helicobacter pylori increases the incidence of 
hyperlipidaemia and obesity in peptic ulcer patients. Dig Liver Dis 
2005;37:39-43.

37. Pacifico L, Anania C, Osborn JF, Ferrara E, Schiavo E, Bonamico M, et al.  
Long-term effects of Helicobacter pylori eradication on circulating 
ghrelin and leptin concentrations and body composition in prepubertal 
children. Eur J Endocrinol 2008;158:323-32.

38. Hamed SA, Amine NF, Galal GM, Helal SR, Tag El-Din LM, Shawky OA, 
et al. Vascular risks and complications in diabetes mellitus: The role of 
Helicobacter pylori infection. J Stroke Cerebrovasc Dis 2008;17:86-94.

39. Yoshikawa H, Aida K, Mori A, Muto S, Fukuda T. Involvement of 
Helicobacter pylori infection and impaired glucose metabolism in 
the increase of brachial-ankle pulse wave velocity. Helicobacter 
2007;12:559-66. 

40. Bener A, Micallef R, Afifi M, Derbala M, Al-Mulla HM, Usmani MA. 
Association between Type 2 diabetes mellitus and Helicobacter pylori 
infection. Turk J Gastroenterol 2007;18:225-9.

41. Demir M, Gokturk HS, Ozturk NA, Kulaksizoglu M, Serin E, Yilmaz 
U. Helicobacter pylori prevalence in diabetes mellitus patients with 
dyspeptic symptoms and its relationship to glycemic control and late 
complications’. Dig Dis Sci 2008;53:2646-9.

42. Oldenburg B, Diepersloot RJ, Hoekstra JB. High seroprevalence 

of Helicobacter pylori in diabetes mellitus patients. Dig Dis Sci 
1996;41:458-61.

43. Gasbarrini AM, Ojetti V, Pitocco D, De Luca A, Franceschi F, Candelli M, et al.  
Helicobacter pylori infection in patients affected by insulin dependent 
diabetes mellitus. Eur J Gastroenterol Hepatol 1998;10:469-72.

44. Cacciari E, Menegatti M, Landi F, Mazzanti L, Stella FAZ, Pirazzoli P, et al.  
Helicobacter pylori and Type 1 diabetes mellitus in children. J Pediatr 
Gastroenterol Nutr 1999;28:307-9.

45. Arslan D, Kendirci M, Kurtuglou S, Kula M. Helicobacter pylori infection in 
children with insulin dependent diabetes mellitus. J Peadiatr Endocrinol 
Metab 2000;13:553-6.

46. Perdichizzi G, Bottari M, Pallio S, Fera MT, Carbone M, Barresi G. Gastric 
infection by Helicobacter pylori and antral gastritis in hyperglycemic 
obese and in diabetic subjects. New Microbiol 1996;19:149-54.

47. Senturk O, Canturk Z, Centinarslan B, Ercin C, Hulagu S, Canturk NZ. 
Prevalence and comparisons of five different diagnostic methods for 
Helicobacter pylori in diabetic patients. Endocr Res 2001;27:179-89.

48. Quatrini M, Boarino V, Ghidoni A, Baldassarri AR, Bianchi PA, Bardella MT. 
Helicobacter pylori prevalence in patients with diabetes and its relationship 
to dyspeptic symptoms, J Clin Gastroenterol 2001;32:215-7.

49. Kojecky V, Roubalic J, Bartonikova N. Helicobacter pylori in patients with 
diabetes mellitus. Vnirtr Lek 1993;39:581-4.

50. Pietroiusti A, Giuliano M, Magrini A, Bergamaschi A, Galante A. 
Cytotoxin-associated gene. A strain of Helicobacter pylori represents a 
risk factor for the development of microalbuminuria in Type 2 diabetes. 
Diabetes Care 2006;29:1399-401.

51. Gunji T, Matsuhashi N, Sato H, Fujiobayashi K, Okumura M, Sasabe 
N, et al. Helicobacter pylori infection significantly increases insulin 
resistance in the asymptomatic Japanese population. Helicobacter 
2009;14:144-50.

52. Wang SZ, She YN, Zhao J, Wang ZD. Effects of Helicobacter pylori on 
blood glucose fluctuation in Type 2 diabetic patients. Zhongua Yi Xue 
Za Zhi 2009;89:958-61.

53. Longo-Mbenza B, Nkondi Nsenga J, Vangu Ngoma D. Prevention of 
the metabolic syndrome insulin resistance and the atherosclerotic 
diseases in Africans infected by Helicobacter pylori infection and treated 
by antibiotics. Int J Cardiol 2007;121:229-38. 

54. Gunji T, Matsuhashi N, Sato H, Fujibayashi KI, Okumura M, Sasabe 
N, et al. Helicobacter pylori infection is significantly associated with 
metabolic syndrome in the Japanese population. Am J Gastroenterol 
2009;103:3005-10.

55. Nabipour I, Vahdat K, Jafari SM, Pazoki R, Sanjdideh Z. The association 
of metabolic syndrome and Chlamydia pneumonia, Helicobacter pylori, 
cytomegalovirus and herpes simplex virus type 1: The Persian Gulf 
Healthy Heart Study. Cardiovasc Diabetol 2006;1:25.

56. Gen R, Demir M, Ataseven H, Gen R. Effect of Helicobacter pylori 
eradication on insulin resistance, serum lipids and low-grade 
inflammation. South Med J 2010;103:190-6. 


